Diazepam is a valuable drug in cases of acute myocardial infarction. The 10 mg intravenous loading dose and the subsequent 15 mg oral dose of diazepam administered three times daily produced safe, pleasant sedation, and reduced the need for analgesics. A much reduced excretion of catecholamines was recorded. It is presumed that diazepam causes a lower stress reaction, which is beneficial in diminishing the incidence of malignant arrhythmias and preventing the existing myocardial injury from spreading.
Duration of pain before admission (no. of patients)
3-6 h 4 7 L7-24h 6 7 Mean duration of pain before admission (h) 6-5 6-6 No. of patients with:
No previous illness 9 6 Coronary heart disease 7 10 Hypertension were drawn on hospital admission, and thereafter criteria listed in Table 2 . Particular attention was every 12 or 24 hours for 72 hours. In addition, paid to signs of diazepam intoxication, such as because of the rapid lowering of free fatty acids ataxia, confusion, and euphoria. The need for reported after acute myocardial infarction (Vetter analgesics was registered as numbers of injections et al., 1974), blood samples were drawn for estima-given, either 10 mg morphine or equivalent doses of tion 4 hours after admission. ,imilar drugs. Blood samples for determination of The urinary output was collected over 24 hours concentrations of diazepam and its metabolite, for each of three consecutive days. Ten ml 10 per N-desmethyldiazepam, were drawn on hospital cent hydrochloric acid solution were added to the admission, and 4, 24, 48, and 72 hours after adsamples from which, after thorough mixing, 100 ml mission (Arnold, 1975) . Plasma aspartate aminowere withdrawn and deep-frozen for later deter-transferase (AST) levels were determined on admination of adrenaline, noradrenaline, and dopa-mission, and several times during the next 2 weeks. mine concentrations (Takahashi and between the two groups was highly significant -___ (P<001) (Fig. 3) . In both groups the urinary adrenaline concentra-< 1.\ tion was much above normal (Fig. 4) (Jewitt et al., 1969; Siggers, Salter, and 1969) . Pain will, in any circumstances, increase Fluck, 1971) , and potentiate platelet aggregation every patient's anxiety reactions. The diazepam (Ardlie, Glew, and Schwartz, 1966) . dosage used in this study provided patients in a Adrenaline seems to be more connected with serious condition with safe sedation, yet negligible stress than does noradrenaline (Edmondson, Roscoe, adverse reactions on physical and mental functions. and Vickers, 1972; Fluck, 1972) . This may explain Previous studies have suggested that orally the lack of effect of diazepam treatment on the administered diazepam proves less effective than noradrenaline excretion. intravenously administered diazepam, but signiWe believe, despite the fact that continuous 24-ficantly more effective than intramuscularly ad-hour recording tapes were not used, that serious ministered diazepam (Hillestad et al., 1974a, b) . ventricular arrhythmias did not remain un-A good correlation was seen between the clinical diagnosed. Our observation that diazepam seems to effect (sedation) and the serum concentration level. diminish the incidence of ventricular arrhythmias Using diazepam as the sedative in myocardial is in accordance with previous publications infarction, it was found appropriate, therefore, to (Muenster et al., 1967; Van Loon, 1968; Papp, initiate treatment with an intravenous injection of 1969; Cristea, Coeugniet, and Dobrescu, 1970 (Hillestad et al., 1974a, b) . arrhythmias may be the consequence of high With the exception of a few days' delay for N-plasma free fatty acid levels (Oliver, Kurien, and desmethyldiazepam, the accumulation of diazepam Greenwood, 1968; Rutenberg, Pamintuan, and 
